there was no difference in any of the usual clinical and laboratory parameters between those receiving prostaglandin or placebo. 2 We have previously considered the importance of separate terminology for NSAID gastropathy as distinct from classic peptic ulcer disease on the basis of apparent differences in pathophysiology (NSAID prostaglandin inhibition v hyperacidity), anatomic location (primarily antral, prepyloric v duodenal), demographics (more often elderly women than younger men), and even differences in clinical pattern (often asymptomatic NSAID gastropathy and universal responsiveness to H2 receptor antagonists of acid peptic disease).8 Non-steroidal anti-inflammatory drug gastropathy is not a new iatrogenic disorder,9 rather, we are newly coming to realistic terms with this problem as it assumes dimensions affecting public health and now requires class labelling of NSAIDs for 'risk of gastrointestinal ulcerations, bleeding, and perforation' by the US Food and Drug Administration. We have recently reported that this difficult to recognise, difficult to prevent threat of common SIR, We would agree with the comments which Dr Roth makes but would point out that our own study was not set up as a double blind, controlled endoscopy study comparing an ulcer healing agent with placebo. As can be seen from our paper1 the study described was in two parts, the first being a survey of patients routinely attending a rheumatology outpatient clinic and the second phase of the study consisting of a report of the effects of an ulcer healing agent on non-steroidal anti-inflammatory drug (NSAID) induced peptic ulceration with the NSAID continued throughout treatment. The discrepancy between the prevalence of peptic ulceration in our patient population compared with that described by Dr Roth could possibly be due to patient selection and the type of population studied. In our own study we showed that smoking was an important risk factor in the development of the peptic ulceration in the rheumatoid population and yet this is a variable which is not always taken into account in previously reported studies of the prevalence of peptic ulceration in rheumatic disease. We would entirely agree with Dr Roth's comments that separate terminology should be used for NSAID gastropathy as one of the problems of multicentre studies is the standardisation of the criteria for gastric ulceration and the grading of mucosal lesions in this group of patients. Whether rheumatoid arthritis itself may predispose to peptic ulceration is an open question, and further studies with large numbers of patients whose demographic characteristics are carefully standardised will be required to answer this. 
